Mrs I F S, aged 59. Factory worker History: Transferred from another hospital with a six-day history of mid-lumbar back pain of sudden onset. The pain radiated to the abdomen and was associated with nausea and vomiting and the passage of small quantities of jelly-like material per rectum. She also complained of frequency of micturition. She usually enjoyed good health and had had no previous abdominal or back pains.
Mrs I F S, aged 59. Factory worker History: Transferred from another hospital with a six-day history of mid-lumbar back pain of sudden onset. The pain radiated to the abdomen and was associated with nausea and vomiting and the passage of small quantities of jelly-like material per rectum. She also complained of frequency of micturition. She usually enjoyed good health and had had no previous abdominal or back pains.
On examination: Temperature 102-20F. There was a tender pulsatile fusiform mass palpable in the abdomen. Investigations: WBC 22,000. A clean specimen of urine showed an excess of leucocytes but yielded a mixed growth of possibly extraneous origin. Two days later, when penicillin therapy had been commenced, a urine specimen contained pus but was sterile on culture. A diagnosis of leaking abdominal aortic aneurysm was made.
At operation she was found to have an aneurysm of the aorta extending from immediately below the renal arteries to the bifurcation. There was pus and liquefying blood clot on the anterior aspect of the aneurysm. In view of the infection, the aneurysm was resected between the renal arteries and the bifurcation of the common iliacs before replacement with a bifurcated dacron prosthesis.
Post-operatively, apart from a period of oliguria, the patient made a complete recovery.
Inspection of the resected specimen showed the aorta to be the seat of an old dissection with re-entry foramina in the abdominal aorta and both common iliac arteries. The bulk of the aneurysmal mass was found to be due to a saccular dilatation of the outer shell of the dissection. Pus was present in the laminated thrombus lining the saccular aneurysm. Since the dissection cleft extended to the upper end of the specimen (Fig 1) it is conjectural whether the dissection was purely abdominal or whether it originated in the thoracic aorta.
A swab of the pus obtained at operation grew Staph. aureus.
Histology: (1) The dissection cleft in the aortic wall was lined in places by flattened cells, a picture compatible with patchy endothelialization.
(2) Atheromatous material was found in the walls of the dissection. (3) The adventitial and peri-adventitial tissues surrounding the aneurysm were acutely inflamed and clumps of cocci were present in this layer and in the laminated thrombus. The laminated thrombus itself showed dehmmoglobinized red cells and hyalinization and was clearly of quite long standing.
The whole picture was thus of an old dissection, whose lumen was partially endothelialized, which had developed a localized weakening in its. outer shell with resultant formation of a saccular aneurysm. Laminated thrombus in this aneurysm, forming a suitable nidus, had then become infected, presumably via the adventitial blood 
Discussion
In our case, the original dissection was evidently symptomless. In one series (Hirst et aL. 1958) , pain was absent in 14% of the 409 cases where symptoms were recorded. In this same study, endothelialization was found in 36 cases, with mild atheroma in the new intima in 14. The atheroma seen in the walls of the dissection in our case had the appearance of having been present in the aortic media before the dissection, having penetrated from the intima. The dissecting lhematoma had then split the atheromatous plaques so that they were present in the walls of the new channel (Fig 2) . When endothelialization occurs in such a case it could be thought that these plaques represented atheromatous change in the new intimal lining.
Infection of an aneurysm is uncommon. Sommervile et aL. (1959) , in a study of 178 arteriosclerotic abdominal aortic aneurysms, found 6 to be secondarily infected. Ruptures had occurred in 67%Y. of the infected aneurysms but in only 18w% of the uninfected variety. The conclusion was that an infected aneurysm was more likely to rupture than a non-infected one. In our case as well, infection had apparently precipitated the leaking of the aneurysm.
The source of infection may not be apparent. Several cases are on record, however, where rupture of an aneurysm had occurred during a salmonella infection (Hyde & Davis 1962 , Black et al. 1960 , Zak et al. 1958 , Ten Eyck & Wellman 1959 . In our case the source of infection may have been the urinary tract.
Bacterial arteritis in the absence of endocarditis or spread of infection from adjacent structures occurs, in all probability, only when the artery is already the seat of disease (Parkhurst & Decker 1955 , Lippincott 1940 , Williams 1952 .
The mode of infection of an aneurysm is variable. In some cases leakage from the aneurysm occurs with subsequent bacterial colonization of the peri-arterial haematoma; in others bacteria gain the aneurysmal wall via the vasa vasorum. Pressure of an aneurysm on the lumbar vertebral bodies may provide a locus minoris resistentie for the establishment of osteomyelitis, which then secondarily involves the aneurysm itself.
It is usually possible to be certain from histological appearances whether an aneurysm is primarily mycotic or secondarily infected (Sommervile et al. 1959) . Although in our case there were no histologically discernible aortic wall tissues present in the major part of the saccular aneurysm, this is understandable in the presence of gross secondary infection with resulting tissue destruction. In addition, the size of the aneurysm, the presence of gross atherosclerotic change and the appearance of the laminated thrombus suggest that the aneurysm antedated the infection.
A search of the literature has failed to reveal a successful case of prosthetic replacement of an infected abdominal aortic aneurysm. The happy outcome in our case was largely due to the fact that the infecting organism was sensitive to penicillin.
